The disease affects both sexes, and is more frequent between the ages of 30 and 60 years. 1 The histopathological analysis of acute lesions is characterized by the presence of leukocytoclastic vasculitis, with marked infiltration of polymorphonuclear neutrophils and deposition of fibrinoid material. Over the course of the disease, collagen is deposited around the vessels and, occasionally, cholesterol crystals are detected. 3 The etiology of EED remains unknown. It is probable that immune complex deposition occurs in vessel walls, 1 secondary to streptococcal infections 4 and hematological 3, 5 and autoimmune diseases. 6, 7 Recently, cases of association with HIV 8 have been described. We report on the case of a patient in whom cutaneous manifestation of erythema elevatum diutinum was the first clinical evidence for diagnosing HIV infection.
CASE REPORT
A 48-year old male Caucasian patient, born and residing in Campinas, had a history of hyperchromic macules, bilaterally located in the medial and lateral malleolar zone of the ankles and on the heels and dorsal aspect of the feet. Subsequently, the lesions evolved with the formation of violet-colored erythematous papules that were confluent in plaques with a light brown surface (Figure 1) .
In his personal history, sexual promiscuity had been reported, although not drug addiction. Laboratory tests showed discrete leukopenia, while his hepatic and renal function and protein and immunoglobulin CONTEXT: Erythema elevatum diutinum is a chronic and rare dermatosis that is considered to be a variant of leukocytoclastic vasculitis. It is probably mediated by immune complexes. It is generally associated with autoimmune, neoplastic and infectious processes. Recently, it has been added to the group of specific dermatoses that are associated with HIV.
CASE REPORT:
We report on the case of a patient who had erythema elevatum diutinum as the first clinical evidence for diagnosing HIV infection. Dapsone was used in the treatment of this patient, and partial regression of the lesions was achieved within 15 days, even before antiretroviral therapy was prescribed. electrophoresis presented no abnormalities. The blood test was negative for hepatitis B and C, and positive for HIV.
The histopathological examination revealed blood vessels with rather thickened walls that were dissociated by fibrin, with neutrophils that were often fragmented, i.e. necrotizing leukocytoclastic vasculitis (Figure 2 ).
Dapsone at a dose of 100 mg/day was prescribed. Fifteen days later, partial regression of the lesions was achieved, without any antiretroviral therapy yet prescribed. One month after diagnosing HIV infection, the patient presented a neurological condition of right-side motor impairment. Neurotoxoplasmosis of the central nervous system was diagnosed by means of computed tomography of the head, and the patient was hospitalized for 15 days for treatment. On this occasion, antiretroviral therapy was begun. The patient was no longer using dapsone and dermatological examination showed only residual lesions. Today, one-and-a-half years after the HIVpositive blood test and the beginning of antiretroviral therapy, the patient has not had any recurrence of the skin lesions.
DISCUSSION
There is still controversy about the etiology of EED. Nevertheless, the most widely accepted theory is that previous and repeated exposure to bacterial infections, particularly streptococcal ones, may trigger an immunological reaction that culminates in an outbreak of skin lesions.
9,10 It is believed that the immune complex is deposited in vessel walls and subsequently phagocytized by the neutrophils. 1 EED has been described in association with numerous hematological abnormalities, especially myelodysplasia, myeloproliferative alterations, multiple myeloma, 3,11 cryoglobulinemia 12 and immunoglobulin G (IgG) or immunoglobulin A (IgA) paraproteinemias. [13] [14] [15] There have also been reports of associations with rheumatic arthritis, 3, 16, 17 prostate carcinoma, 3,18 testicular lymphoma, 3 celiac disease, 19 Crohn's disease, 20 relapsing polychondritis 21 and, more recently, with HIV infection. [22] [23] [24] [25] Among young males, exacerbated clinical states with nodular lesions seem to be correlated with HIV infection, in contrast with the clinical picture observed for the general population. 24, 25 The EED skin lesions of this patient allowed the detection of HIV infection through laboratory investigation. There was no history of streptococcal infection, hematological disorders or autoimmune disease. Reports of an association between EED and HIV have only sporadically been published. Over the last few years, eleven EED cases have been described in patients who already knew they were HIV-positive. It is believed that such an association results from the HIV antigen-antibody interaction, which causes direct damage to vessel walls. It is also supposed that the immunosuppression caused by HIV predisposes towards infection by other agents that trigger an antigenic stimulus for the development of EED. 8 Consequently, even though the association of EED with HIV infection is infrequent, laboratory investigation for this virus should be requested in conventional cases, and especially in cases of atypical and exacerbated clinical manifestations. In addition, antiretroviral therapy should be introduced in these cases, in association with dapsone, which is the drug of choice for the treatment of EED. 25, 26 
